Several lines of evidence suggest that skl is likely to be an enhancer rather than a determinant of PCD. First, skl RNA does not completely coincide with all cells destined to die (expression is limited to only some zones of PCD in the embryo, and skl is not responsive when precocious cell death is prompted by distorted signaling). Second, normal skl expression in H99 embryos excludes the possibility that lesions in skl might contribute to the global PCD defect found in these mutants. Therefore, endogenous skl expression alone is insufficient for embryonic apoptosis, since H99 animals are completely cell death defective. Consequently, normal 
